(Prepulsid; Janssen-Cilag) at 10 mg orally, twice a day, had been prescribed with little improvement. The dog's appetite had initially been fair, but it had become anorexic before the two previous hospitalisations and during the week before referral. Occasional vomiting had also been noted. Previous history included generalised seizures, which had started nine months before referral and were being controlled with phenobarbitone (Epiphen; Vetoquinol) at 45 mg orally, twice a day.
On physical examination, the dog exhibited a moderate amount of generalised muscle wasting. The abdomen was distended and appeared to be uncomfortable when palpated. Rectal Enteric ganglioneuritis has been rarely reported in veterinary medicine. Previous reports have included a two-year-old Border terrier with idiopathic enteric ganglionitis, which exhibited chronic diarrhoea, dysphagia, oesophageal hypomotility, and extremely rapid intestinal transit time (Willard and others 1988) . Decreased intestinal motility leading to pseudo-obstruction has been reported in a cow (Baker and others 1985) and a horse (Burns and others 1990). Myenteric ganglionitis and encephalomyelitis were seen in a psittacine bird with proventricular dilation and regurgitation (Joyner and others 1989) . The case described here appears to be the first report of megacolon secondary to autonornic ganglioneuritis in a dog.
Megacoloin is characterised by an enlarged, hypomotile colon. Both the radiographic and intraoperative findings support the presence of megacolon in this dog. Hypertrophic megacolon may develop secondary to chronic colonic obstruction, for example, malunion of pelvic fractures, foreign bodies or rectal masses. Dilated megacolon, as seen in this dog, occurs secondary to neuromuscular dysfLunction, and has been seen secondary to spinal cord disease or pelvic nerve injury, dysautonomia, and smooth muscle dysfunction. Megacolon is uncommonly seen in dogs, and most cases of megacolon in cats are idiopathic (Washabau and Holt 1999). In addition, megacolon has also been seen in human beings, secondary to congenital ganglionosis, toxin or drug-induced visceral neuropathy, and autonomic ganglioneuritis (Krishnamurthy and Schuffler 1987) .
Autonomic ganglioneuritis in people may occur in association with neoplasia, especially small cell carcinoma of the lung (Schuffler and others 1983), Chagas' disease (Earlam 1972) , and cytomegalovirus infection (Krishnamurthy and Schuffler 1987) . Idiopathic autonomic ganglioneuritis has also been seen (Horoupian and Kim 1982) . In the dog reported here, no evidence of neoplasia or infectious disease was found that might have caused autonomic dysfunction. Dysautonomia was considered unlikely because of the lack of characteristic clinical signs. Furthermore, the changes in the autonomic ganglia typically seen with that condition are generally degenerative rather than inflammatory (Oliver and others 1997) . It was therefore concluded that decreased intestinal motility was secondary to idiopathic autonomic ganglioneuritis along with potential hypothyroidism.
Hypothyroidism may cause chronic constipation by altering electrical control activity and smooth muscle contractile response in the gastrointestinal tract (Feldman and Nelson 1996) . Whether this dog actually was hypothyroid is uncertaim because of ambiguous test results. The dog's failure to stimulate in response to TSH into the reference range does suggest hypothyroidism; however, most hypothyroid dogs are not able to stimulate into the normal resting range (Feldman and Nelson 1996) , as this dog did. The dog may have had early hypothyroidism or euthyroid sick syndrome. It was decided to treat with supplemental L-thyroxine as a therapeutic trial. There was an apparent response to treatment writh bowel movements produced daily or every other day for six weeks. Whether this response was from L-thyroxine, corticosteroids, or cisapride is uncertain. In the end, the dog again becanme obstipated, possibly because of continuing destruction of autonomiic ganglia.
In conclusion, megacolon and intestinal pseudo-obstruction were seen in this dog with enteric nervous system dysfunction associated with an idiopathic ganglioneuritis. Because full thickness intestinal biopsies are required for this diagnosis, Summers and others ( 1995) suggested that the incidence of pseudo-obstruction in domestic animals secondary to degeneration or inflammation of enteric neurons is potentially much greater than currently thought.
